ties of relaxed myocardium. Clearly, our study was concerned with LV chamber compliance (derived from diastolic pressure-volume data), not cardiac muscle stiffness (which is derived from myocardial stress-strain data).
diastolic (operative) pressure. Operative compliance, dV/dP, is the inverse of operative stiffness. Thus, increased LV filling (and increased LVEDP) can result in a decrease in calculated values for operative compliance (or an increase in operative stiffness) with no change in the modulus of stiffness. Such a preload-dependent change in compliance should be distinguished from altered compliance which is due to a change in the modulus of chamber stiffness (Am J Cardiol 38: 645, 1976).
Finally, Bhargava and Shabetai suggest that "when smoothed curves are employed, it should be stated whether end-diastolic compliance refers to end-diastolic pressure or to end-diastolic volume." This was clearly stated in the Methods section (paragraph 2): "Left ventricular operating compliance is defined by the modulus of chamber stiffness (k) and by instantaneous diastolic pressure as dV/dP = l/kP, where k = modulus of chamber stiffness, and P = operating diastolic pressure. However, by measuring the above mentioned index in figure 3 of their paper, one can see differences between consecutive cardiac cycles, which permit a different assessment of the severity of MS; atrial fibrillation is obviously responsible for these differences.
We have been working on the same subject and have found a very good correlation using as an index of the severity of MS the slope of the posterior aortic wall, corresponding to the rapid phase of the diastolic filling period, or the slope of the whole passive filling period in cases where a "conduit" phase is not discernible (tachycardia, MS). We consider this index more accurate as it seems to be unrelated to rhythm and heart rate differences. 
